Abstract. To investigate the role of gonadotropins in postnatal testicular activation, testosterone responsiveness to human chorionic gonadotropin was studied in 11 male infants (aged 5-180 days). The (8, 11) .
(p<0.05). Both groups gave a significant response to hCG stimulation (p<0.001, ANOVA, one-way). The stimulated concentrations of serum testosterone were higher in the infants than in the prepubertal boys (p<0.001). The mean basal level of salivary testosterone was 30.5 \m=+-\7.0and the mean maximal level was 97\m=+-\10.3 pmol/l in the infants (p<0.001). No age-related changes were observed in either basal or hCG-stimulated levels. In infants the mean (\m=+-\sem)maximal hCG-stimulated increase was 25 \ m=+-\ 10-fold in serum and 8\m=+-\4-fold insaliva (p=0.13). A clear stimulatory effect of hCG on testicular testosterone production was found, suggesting that the postnatal increase in serum testosterone concentration in male infants is gonadotropin-mediated. Salivary testosterone concentrations can be increased by hCG, indicating that measurements of salivary testosterone may provide an optional, non-invasive method for assessing gonadal function in children.
Pituitary gonadotropin secretion increases during the early months of postnatal life after a transient decrease in levels in the first few days of life (1) (2) (3) (4) . This is accompanied in the male by a clear peak in serum testosterone (T) concentrations (5, 6) (8) , which are thought to reflect the cir¬ culating levels of the biologically active free (nonprotein bound) fraction of T (9, 10) . This is in agreement with findings of simultaneous increase in serum T and in binding capacity or sex-hor¬ mone-binding globulin (SHBG) concentrations postnatally in male infants, leading to an increasing degree of binding of T to plasma proteins (1, 11) . Therefore, the postnatal increase in plasma gona¬ dotropin and T concentrations could simply re¬ present adaptation of the pituitary-testicular axis to increased SHBG levels. Nevertheless, a sex differ¬ ence in free T levels is clear at birth, and a true decline in these levels occurs gradually during the first 6 months of life (8, 11 
Salivary T responses
The mean basal levels of salivary T were 30.5±7.0 pmol/1 and in all infants they were below 50 pmol/1 (Fig. 2) . In infants there was no clear increase in the basal salivary T levels with age. A significant sali¬ vary T response to hCG was seen in the infants (p<0.001, ANOVA, one-way). In infants the mean maximal levels were 97± 10.3 pmol/1 and there was no clear increase in the T responsiveness to hCG with age. The shape of the response curve in sali¬ vary T was similar to that in serum; however, the mean maximal level was seen on day 3 in saliva, and on day 4 (16) . However, in relative terms serum T responses above the basal level were 146-fold and 25-fold in prepubertal boys and in infants, respectively. This could be explained by the higher circulating gona¬ dotropin concentrations in infancy, since in the adult testis, at least, excessive amounts of gonado¬ tropins are known to desensitize testicular steroidogenesis (17) (18) (19) . The differences in T responsive¬ ness to hCG between the neonatal and prepubertal periods could also be explained by functional dif¬ ferences between fetal-and adult-type populations of Leydig cells, which presumably occurred in dif¬ ferent proportions in the two groups studied.
The finding that salivary T concentrations can be increased by hCG indicates that salivary T measurements provide an optional, non-invasive method for assessing gonadal function in children.
